Introduction
Neurodegeneration in Huntington's Disease (HD), caused by an N-terminal polyglutamine (polyQ) expansion within the huntingtin (Htt) protein (The Huntington's Disease Collaborative Research Group, 1993) , involves progressive death of neurons in the striatum and cortex (Reiner et al., 1988) . As clinical progression can precede extensive neuronal death (Vonsattel et al., 1985) , focus has centred on early pathological events that disrupt neuronal function prior to neuronal demise. Axonal dysfunction may represent one such event, as post mortem brain tissue from pre-symptomatic HD sufferers exhibits axonal degeneration of striatal projection neurons (Albin et al., 1992) and cortico-striatal afferents (Sapp et al., 1999) . Dystrophic neurites, and swellings of accumulated cargoes indicative of axonal transport disruption, have been localised to aggregated htt inclusion bodies (IBs), a common biomarker for HD neuropathology (DiFiglia et al., 1997) . Axonal abnormalities have also been described in presymptomatic HD mice expressing the first exon of htt (HttEx1) with a polyQ expansion (Wade et al., 2008) . Analysis of pathogenic human htt effects on axonal transport in transgenic animal models (Li et al., 2001; Gunawardena et al., 2003; Lee et al., 2004; Trushina et al., 2004) demonstrates that a functional htt deficit and its aggregation into axonal IBs, which impede transport and sequester motor components, may be key pathogenic events. Whilst end-point indications of axonal transport disruption are intriguing, dynamic events underlying perturbation have, to date, only been assessed in vitro (Szebenyi et al., 2003; Trushina et al., 2004; Orr et al., 2008) , prompting the development of animal models to analyse such phenomena in a less biologically artificial environment in vivo.
Transgenic expression of pathogenic HttEx1 induces HD-like pathology in mice (Mangiarini et al., 1996) and neurotoxicity in Drosophila (Steffan et al., 2001) . Furthermore pan-neuronal expression of polyQexpanded HttEx1 in Drosophila induces the accumulation of axonal transport cargoes within motor and sensory axons of the major larval peripheral nerves ex vivo (Gunawardena et al., 2003) . Whilst previous work has utilised the pliable genetics of Drosophila to further understand Neurobiology of Disease 34 (2009) 389-395 
